NF-Y activates genes of metabolic pathways altered in cancer cells

Supplementary Material

Fig.S1 Inactivation of NF-YA in HCT116 and H322 cell lines.
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Cells were transduced with shSC or shNF-YA viruses and collected 72 hrs after treatment.



Fig.S3 Global Metabolic maps of genes deregulated after NF-YA inactivation in HCT116

and H322 cells
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Fig.S4 Global Metabolic maps of genes deregulated after NF-YA, NF-YB, NF-YC and NF-
Y (all subunits) inactivations in mouse embryonic stem cells.
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Fig.S5 Global Metabolic maps of genes bound in their promoters by NF-YB according to
ENCODE data in HelLa cells.
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Fig.S6 Global Metabolic maps of genes bound in their promoters by NF-YA according to
ENCODE data in K562 and GM12878 cells.
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Fig.S7 Global Metabolic maps of genes bound in their promoters by NF-YB according to
ENCODE data in K562 and GM12878 cells.
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Fig.S8 Global Metabolic maps of genes bound in their promoters by NF-YA, NF-YB and
NF-YC according to data published by Oldfield AJ et al..
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Fig.S11 Inactivation of NF-YB in Hela cells using sh-NF-YB-2 and analysis of expression
of targets genes.
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Western blot analysis of protein level of NF-YB in Hela cells inactivated of NF-YB using sh-
NF-YB-2. qRT-PCR evaluation of expression levels of NF-YB and selected genes after
inactivation of NF-YB in Hela cells. The average -/+ SD of three biological replicates is
represented (*p<0.05).



Fig.S12 Regulation of genes of TCA cycle.
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A) Expression levels of genes encoding TCA enzymes are shown after inactivation of NF-
Y in different cell lines, and the presence of NF-Y binding is indicated as in Fig. 3. B) qRT-
PCR validation of expression levels of selected genes after inactivation of NF-YB in Hela

cells. The average -/+ SD of three biological replicates is represented (*p<0.05). C)
Western blot analysis of protein levels of PDHA1 in Hela cells inactivated of NF-YA (Left

panel) or NF-YB (Right panel).



FigS13 Activation of genes of purine and pyrimidine metabolisms by NF-Y.
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Genes of the purine and pyrimidine metabolisms are shown with the expression levels
after inactivation of NF-Y, and the presence of in vivo NF-Y binding.




